cirrhosis. All patients underwent colonoscopy. The prevalence of adenomatous polyps was 13% in group I, 26% in group II, 58% in group III, and 22% in group IV (p<0-001). The prevalence of adenomatous polyps was greater in patients with cirrhosis than in those patients without (48.5% v 19.5%). This difference remained significant after successive adjustment for alcoholism, sex, age, smoking, and serum cholesterol. The prevalence of adenomatous polyps was greater in alcoholic patients than in non-alcoholic patients (42% v 15.4%) (p<O001). This difference remained significant after successive adjustment for cirrhosis, sex, age, smoking, and serum cholesterol. These results suggest that cirrhosis is an independent risk factor for colorectal adenomatous polyps and confirm that alcoholism increases this risk. Service On one hand, though the published works give confficting results about the relation between alcohol and colorectal cancer, suggestive evidence for a possible association has been obtained in some correlation studies. 23 Evidence of an association has also been obtained in some case-control studies.4" The issue has also been examined in cohort studies, 6 and recently a Japanese cohort study showed a close association between cancer of the sigmoid colon and alcohol consumption. 7 On the other hand, among This study was approved by the local institutional ethical committee. STUDY 
DESIGN
The study design is that of a cross sectional prevalence study in which the prevalence for the disease (adenomatous polyps) was assessed immediately after the assessment ofthe exposure factors (presence of cirrhosis or alcoholism).
STATISTICAL ANALYSIS
We compared the prevalence of adenomatous polyps in the four groups of patients (group I: irritable bowel syndrome, group II: alcoholics without cirrhosis, group III: alcoholic cirrhosis, and group IV: non-alcoholic cirrhosis).
Searchfor confounding exposurefactors in all 336 patients and calculation ofrelative risks (estimated as odds ratios) adjustedfor various confounding factors in cirrhotic patients and in alcoholic patients.
Because the inter-relation between one exposure factor may act to confound another, we searched for these various confounding factors -that is, factors which in an univariate analysis were both significantly different between patients with and without adenomatous polyps and between the patients of the four study groups. Previous studies have reported that age,'3 sex,'3 smoking,'4"5 and serum cholesterol'6 may be predisposing factors in the development of adenomas of the large bowel. Thus, in an univariate analysis we compared patients with and those without adenomatous polyps and also the patients in the four study groups with regard to the four variables. We also compared patients with and without adenomatous polyps with regard to the prevalence of alchoholism and cirrhosis. Thereafter, we compared the prevalence of adenomatous polyps in patients with cirrhosis and in patients without cirrhosis after several successive adjustments for the presence or the absence of each exposure factor which had a confounding effect in the univariate analysis. In the same way, we compared the prevalence of adenomatous polyps in alcoholic patients and in non-alcoholic patients after successive adjustment for the presence or absence of each confounding exposure factor. The prevalence of adenomatous polyps was polyps was the same as previously described in lence of adenomatous polyps was subjects 50-60 years old. 19 In the four groups the ilcoholic patients with cirrhosis than adenomatous polyps occurred mostly within the Lcpatients without cirrhosis (58% v rectosigmoid area.
001)). The difference remained signi
It is important to examine the possibility that successive adjustment for each con-bias may explain these results. Identifying suitfactor -sex, age, smoking, serum able control groups in epidemiological studies of and the total duration of alcohol adenomatous polyps is very difficult in the relative risks of adenomatous polyps absence of systematic population screening. The as odds ratios), adjusted for each choice of patients with irritable bowel syndrome ig factor in alcoholic patients, are as a control group is open to debate, but it is able VII. difficult to find a better.
To reduce the heterogeneity of the study population we carefully excluded any subject with high risk for colorectal polyps (personal or on we set out to ask was: is there an familial history of colonic cancer or colonic between cirrhosis and adenomatous adenomatous polyps,'8"2 or rectal haemorer adjustment for alcoholism and rhage).'820 It is unlikely that selection factors founding variables? The study design could bias these results in this study because the adenomatous polyps were coincidental lesions that were not directly or indirectly related to the nomatous polyps and without adenomatous cause of admission to hospital and colonoscopy. (33) 68 (35) NS remains the only information that can be used. 17 (30) 17 (29) NS Usually this information was substantiated by 10(19) 11 ( <0o001 naire permits comparisons of various groups of 3 (366) 12 individuals interviewed in the same manner and We also found that the prevalence ofadenomatous polyps was greater in alcoholic patients than in non-alcoholic patients, and this difference remained significant after adjustment for each confounding factor. The risk of developing adenomatous polyps of the large bowel was studied in 163 Japanese in Hawaii.32 The men with polyps drank more alcohol than men without polyps but the difference was not statistically significant. There was, however, an increase in the age adjusted mean number of polyps per subject with increasing levels of alcohol intake. 32 Recently, Kikendall et al,'5 in a retrospective case-control study in non-alcoholic adults, found a significant association between smoking and beer consumption and adenomas. In the logistic regression, age (p<005) and smoking (p<0-01) were significantly associated with adenomas but beer drinking was borderline (p=0 09). Furthermore, in this analysis, cumulative beer consumption was not adjusted for total cumulative alcohol consumption. Our study including alcoholic patients found a stronger association between alcohol consumption and adenomas. Ethanol may increase the risk of adenomatous polyp by direct toxicity. Recent data in rats support the theory that acetaldehyde, possibly produced by faecal bacteria from ethanol, may cause mucosal injury followed by secondary hyper-regeneration of rectal mucosa.33 Ethanol 
